Pennsylvania Hosp., Sect. Newborn P e d i a t r i c s , Phila., PA.
12 wks postnatal age appear below:
8 wks 10 wks 12 wks Serum lron (mg $) 87.7 5 27.7 37.7 t 22.7 99.6 5 25.5 SAT ( $ ) 45.5 5 15.3 45.7 16.8 46.6 2 13.6
These data indicate t h a t i n f a n t s in t h e ICN remain iron s u f f ic i e n t and t h e use of iron containing formulas may be delayed. i n t h e occasional infant who requires l i t t l e o r no blood an0 theref o r does not aad t o h i s iron s~o r e s in t h e nursery, t h e delay in providing an lron supplement can be compensated f o r by prescribing Poly-visol w i t h Iron.
A dosage of I ml/day t o r one month p r o v~d e s about a s much lron a s a d a l l y intake of 24 oz. of tronenriched formula over a s i x week period. To d e t e h n e i f differences e x i s t ' i n t h e bioavail a b i l i t y of nitrogen-containing compounds i n PT and FT milk, we measured both protein (micro-Kjel dahl ) and amino acid (automated amino a c i d analyzer) content i n s e r i a l samples c o l l e c t e d during the f i r s t month of l a c t a t i o n . . . .. Most i n v e s t i g a t o r s recommend a period of 18-24 hours f o r CPHM f o r t h e diagnosis of gastroesophageal r e f l u x (GER). The purpose of t h i s study was t o determine i f a s h o r t e r period of CPHM would be a v a l i d r e f l e c t i o n of an 18-24 hour study. 20 p a t i e n t s (age 4 weeks-3 years) had CPHM f o r 21-24 hours. The method and scoring were according t o Jolley,S.G., e t a 1 (Surgery 84:16, 1978) . Scores a t 8, 12 and 21-24 hours a r e presented below. I n t h i s scoring system a score of >64 = p o s i t i v e GER. 8 Conclusion: Our data suggest t h a t CPHM f o r only 8 hours i s a v a l i d r e f l e c t i o n of the 24 hour p a t t e r n i n those p a t i e n t s with high scores. If the score i s below 90 the t e s t should probably be repeated f o r more extended time. To examine physiologic mechanisms whereby gastroesophageal reflux might cause apnea, we examined the breathing pattern and airway response after intralaryngeal infusion of 0.1 and 0.5cc each of saline, cow's milk formula, and 0.1N HCl in 9 adult cats. Anesthetized animals breathed spontaneously through a tracheostomy tube. A second tracheal cannula directed rostrally allowed direct stimulation of the larynx from below. Pulmonary function was determined from simultaneous measurements of intrathoracic pressure by intrapleural catheter, air flow by pneumotachograph, and lung volume by flow integration. Results: 1) None of the stimuli was followed by apnea defined as cessation of effective tidal volume x 15sec. 2) A cough response was elicited in 6 of 9 animals following 0.1N HC1 only. 3) A short latent, rapidly adapting (2Osec) decrease in respiratory rate from control (25.9t4.9 brlmin) was noted following milk (19.4i3.7 brlrnin) and acid (13.5i1.2 brlmin) infusion (p < .01) despite continued presence of stimuli in the larynx a t both volumes tested. 4) O.1N HCl alone produced a short latent, rapidly adapting (2Osec) increase in total lung resistance (47.6 i10.6 cm H2OIL /see vs control of 23.3t1.7, p < .01). 5) Pretreatment of laryngeal mucosa with Benzocaine abolished the response t o all stimuli.
PROTEIN AND AMINO ACID CONTENT OF PRETERM (PT) AND
CONCLUSIONS: 1) Apnea is not the major response following laryngeal aspiration. 2) Aspiration of microvolumes of acid produces a more significant pulmonary response than milk aspiration. 3) Responses t o both stimuli are mediated by rapidly adapting mucosal receptors. 4) Thus, in infants with apnea, combined respiratory and intraesophageal monitoring should include recording of respiratory rate and cough. W e have demonstrated t h a t the l e c t i n -l i k e a c t i v i t y of prolamin peptides from c e r e a l s t o x i c f o r c e l i a c p a t i e n t s i s i n h i bi ted by N-acetylgl ucosamine, mannose and mannan. Peptict r y p t i c -p a n c r e a t i c gp prevented the recovery of enterocytes which occurred when atrophic mucosa of c e l i a c s i s cultured i n the absence of tox- I t has been suggested t h a t cereal peptides may damage the c e l i a c i n t e s t i n a l mucosa by a cytotoxic a c t i o n on immature o r i_m mature-1 i ke enterocytes (Auricchio e t a1 .Ped. Res. In p r e s s ) .Pept i c -t r y p t i c peptides (PTP) of prolamins from bread wheats, rye, barley and o a t s and of bread wheat A-gliadin ( g i f t of Dr. 0. Kasarda) were very a c t i v e i n a g g l u t i n a t h g undifferentiated fi v i t r o cultured K 562 S cells(Lozzio e t al. Blood 45,321,1975 ).
MANNAN PREVENTS THE IN VITRO TOXICITY OF GLIADIN PEP-

562
ENTEROCYTE
-
The minimal concentrations required t o a g g l u t i n a t e 30% of t o t a l c e l l s (MAC) were: 3.2mgl1 of PTP of wheat g l i a d i n s , 0.3mgll of PTP of A-gliadin, 4mgIl of concanavalin A and 20mgIl of wheat g e m a g g l u t i n i n . The MAC of PTP of wheat g l i a d i n s was much higher (412mgll)when t e s t e d on erythroid d i f f e r e n t i a t e d K 562 S c e l l s . The agglutinating a c t i v i t y was i n h i b i t e d by N-acetylglucosamine, mannose and rnannan and was reversed by mannan.PTP of r i c e and maize prolamins did not a g g l u t i n a t e undifferentiated K 562 S c e l l s . There i s therefore a good c o r r e l a t i o n between t o x i c i t y f o r c e l i a c s of cereal prolamins and t h e i r l e c t i n -l i k e a c t i vi t y on undifferentiated c e l l s .
